There is increasing recognition of "late-onset" Friedreich ataxia (LOFA) 1 , presenting later than age 25 years 2 . We describe 3 genetically confirmed patients with variable sensory nerve conduction study (S-NCS) parameters (table), Ankle jerks were absent, plantar responses were extensor, and she had gait and limb ataxia.
Sensory examination was normal. There was no limb weakness or spasticity. M-NCS were normal, as were blink reflex tests. Electrocardiogram and echocardiogram were normal. In FA a relationship exists between trinucleotide expansion size and clinical phenotype. The number of repeats inversely correlates with age of ataxia onset, and with the occurrence of cardiomyopathy 1, 5 . In keeping with this, none of our patients had firm evidence of cardiac involvement related to FA. The LBBB in patient 3 was likely secondary to ischemia.
The classic nerve conduction findings in FA are of an early and severe sensory neuronopathy 3,2 with significantly reduced or absent sensory nerve potentials also reported in LOFA 4 . A single study has reported expansion size to be inversely related to sensory nerve action potential amplitude in the median and tibial nerves. 6 Differences in phenotype between early and LOFA have been documented, with lower limb spasticity and retained tendon reflexes more common in the latter 2 . In LOFA, normal S-NCS velocities (but not amplitudes) were reported in one small series with small GAA expansions 7 . Normal S-NCS were reported in a very late onset patient who presented with spastic tetraparesis 8 . In our patients, the 2 with the larger GAA expansions had abnormal S-NCS, consistent with previous reports 6 . Overall, in LOFA, S-NCS may be variable, and clinicians should consider genetic testing in patients with late onset ataxia and normal nerve conduction studies. 
